A 67-year-old woman with a 15-year history of intestinal scleroderma presented with recurrent melena. Upper endoscopies revealed a healing, non-bleeding, large gastric ulcer. After the third bleed, angiography demonstrated bleeding from a splenic artery pseudoaneurysm adjacent to the gastric ulcer. Scleroderma patients are at risk of bleeding from esophagitis or gastric arteriovenous malformations, while splenic artery pseudoaneurysms are primarily attributed to pancreatitis and trauma. This is the first reported case of gastrointestinal bleeding from a splenic artery pseudoaneurysm in a patient with intestinal scleroderma and a large gastric ulcer.
Introduction
Scleroderma is a chronic autoimmune disease involving the microvascular system and leads to increased fibroblast activation and excessive production of collagen. 1 Vascular disease in scleroderma occurs in nearly every organ and is responsible for many manifestations of scleroderma, such as Raynaud's phenomenon. 1 Splenic artery pseudoaneurysms (SAPA) are extremely rare; to date, less than 200 cases have been reported in the literature. 2 SAPAs often present as massive, unstable hemorrhaging, typically from the pancreatic duct, and less commonly from the stomach and colon.
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Case Report
A 67-year-old woman presented with fatigue and melena. She had a past history of intestinal scleroderma and peripheral vascular disease. Her scleroderma was diagnosed 15 years earlier when she had a pseudo-obstruction requiring partial colectomy. Her medications included octreotide and a proton pump inhibitor; she was not taking non-steroidal anti-inflammatory drugs. Physical exam was significant for mild abdominal distention without tenderness and guaiac-positive brown stool. Initial labs revealed hemoglobin 6.8 g/dL. Esophagogastroduodenoscopy (EGD) showed one 4-cm deep, clean-based ulcer in the cardia with no visible vessel, which did not require endoscopic therapy (Figure 1 ). Biopsies showed chronic gastritis and ulceration. Immunohistochemical staining was negative for H. pylori. The patient was discharged 4 days later.
She returned to the emergency room 2 weeks later with weakness, melena, and hematemesis, and was found to be hypotensive and tachycardic with a hemoglobin of 5.3 g/dL. Repeat EGD showed numerous clots within the cardia and fundus of the stomach that could not be cleared and obscured vision of the gastric ulcer. CT angiography did not identify a bleeding site. Five days later, she was discharged with no further bleeding.
The patient returned to the emergency department for a third time 2 days later reporting numerous episodes of melena and hematemesis. Celiac angiography demonstrated a 6-mm distal splenic artery pseudoaneurysm, which communicated with the gastric lumen at the location of the prior ulcer ( Figure 2 ). The pseudoaneurysm was embolized with n-BCA glue with resolution of active extravasation. The patient was discharged home 10 days later on pantoprazole. Repeat EGD 3 months later showed a healing, 1-cm gastric ulcer. She has been clinically stable for 4 months without any signs of gastrointestinal bleeding.
Discussion
The most common etiology of SAPA is pancreatitis (57%); other causes include trauma (27%), postoperative complications (2.7%), and peptic ulcer disease (2%). 2, 9 Nearly half (47%) of SAPAs were identified in patients who presented with bleeding from the GI tract, including hematochezia, melena, and hematemesis. 2 In patients with pancreatitisrelated SAPAs, digestion of the splenic artery by pancreatic enzymes may lead to weakening of arterial wall, 7 or presence of a longstanding pseudocyst may cause vascular erosion from enzymes within the pseudocyst and lead to direct compression or ischemia. 7 In traumatic SAPAs, rapid deceleration may lead to damage of the intima and elastic lamina of the splenic artery. 3 The relationship between SAPAs and gastric ulcers are less clearly defined; we postulate that ulcers may cause focal inflammation that can lead to SAPA.
Previous case reports exist of aneurysms in patients with scleroderma.
1,10 Macrovascular disease in scleroderma has been attributed to decreased vessel elasticity and microangiopathy of vasa vasora causing vascular wall ischemia. 1 The development of SAPA in scleroderma may have a similar mechanism due to the changes in the vessel walls. Scleroderma patients are at risk for watermelon stomach, telangiectasias, angiodysplasia, and esophagitis as possible causes of gastrointestinal bleeding. 11, 12 There is no clear association between scleroderma and gastric ulcers, although there is 1 case report of a patient with peptic ulcers thought to be secondary to scleroderma. 13 SAPA is often diagnosed by imaging with CT scan or ultrasound.
2,14 A review found the mean diameter of SAPAs to be 4.8 cm (range 0.3-17 cm), 2 thought smaller pseudoaneurysms are often missed. 2, 14 Once identified, all SAPAs must be treated due to the high risk of rupture. 2 Size is not a determinant of rupture; in one review, the smallest (0.3 cm) and largest (17 cm) SAPAs were ruptured at presentation. 2 Angiography with transcatheter embolization has supplanted surgical treatment as it can be performed quickly and less invasively. 15 We present the first report of a SAPA in a patient with scleroderma and a gastric ulcer with no history of pancreatitis. Our case highlights the importance of angiography in a patient with a repeat gastrointestinal bleeding from a large peptic ulcer. Pseudoaneurysms are a rare, but potentially fatal, cause of gastrointestinal bleeding and should be considered in the differential diagnosis.
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